Section ofPediatrics 1057 more insulin than normal (Baird & Farquhar 1962); whereas if the affected parent is the father then the islet tissue and insulin production will be normal. The four possible synalbumin-insulin combinations are shown in Table 2 . These combinations raise several questions and possibilities, but I will concentrate on one: Is the second combination -normal antagonism with hypertrophied islets -potentially dangerous at or shortly after delivery with respect to the development of severe hypoglycamia ? As the incidence of constituted essential diabetics, without carbohydrate intolerance, may be as high as 20-25 % of the population, this combination may have some bearing on hypoglycmmia in the newborn, especially when, for any reason, the insulindegrading system in the liver is depressed.
Hypoglycremia in the Newborn
The core of the problem of hypoglycamia in the neonatal period, from the clinician's point of view, was summarized by Hartmann & Jaudon in 1937: '. . . the frequent occurrence in the newborn infants of cyanosis, irritability, listlessness and muscular disorders... might very well be due sometimes to hypoglycaemia which is almost a "normal" occurrence during the first few days of life.' If hypoglycwemia in the adult is defined as a blood glucose level below 50 mg/100 ml, this has long been recognized as a physiological condition in the first few days of life, in that it occurs in the great majority of babies without appearing to do them any harm. For instance, in a group of 69 infants of a mean gestational age of 38 weeks, a single blood sugar estimation was made at a mean age of 31 hours, just before their first feed: 47 of the results fell below 50 mg/l00.ml, and the mean for all the babies was 35 mg/100 ml. All the babies appeared perfectly well at the time they were bled, and throughout their stay in hospital. The clinical history of one of our first cases is typical in many respects. The baby weighed 2,700 g at 38 weeks' gestation. Apnoeic attacks began just after 24 hours, and the baby appeared dazed: the attacks rapidly became more frequent and by the age of 48 hours the baby was comatose. There had been no response to six doses of anticonvulsants and two injections of intravenous calcium during this time. At 48 hours blood was taken for sugar estimation and 1 g glucose was injected by scalp vein: there was a prompt improvement in the baby's condition to within normal limits, with a corresponding rise in the blood sugar level from less than 20 mg/100 ml. The glucose administration was continued at a
